® pharyngeal pH monitoring.
In this issue of Digestive Diseases and Sciences, Duricek and colleagues used simultaneous 24-h impedance-pH monitoring in both the distal esophagus and the pharynx to determine the presence of gastroesophageal reflux events and assess the proximal (pharyngeal) extent of these events [3] . They confirmed a weak but significant correlation between the number and duration of distal esophageal and proximal pharyngeal reflux events. Further, patients with pathologic distal esophageal acid exposure had significantly more reflux events and longer duration pharyngeal weak acid exposure compared to patients with normal distal esophageal acid exposure. In contrast, there was no association between pharyngeal reflux and the reflux symptom index (RSI) or reflux finding score (RFS) results. Likewise, there was no difference in RSI or RFS between patients with and without pathologic distal esophageal acid exposure. The authors concluded that there was no identifiable correlation between pharyngeal reflux as determined by dual pharyngeal and distal esophageal 24-h impedance-pH monitoring and the symptoms and signs attributable to LPR as determined by RSI and RFS. It was their opinion that a direct, simple, quantitative relationship was unlikely to exist between pharyngeal reflux and the symptoms and signs attributed to LPR.
A strength of their study is the finding that pharyngeal reflux with refluxate of pH < 4 was rare and that most reflux events in the pharynx had a pH of 5.5-6.0. Consequently, similar to the Ryan score used to analyze data obtained with the Restech ® pharyngeal pH probe, any assessment of pharyngeal reflux should not use the traditional pH cutoff of < 4 that is used for distal esophageal pH monitoring [4] . Another strength was the significant correlation seen between distal esophageal reflux and pharyngeal reflux, reaffirming the concept that LPR likely originates as distal esophageal reflux events that are able to reach to the level of the larynx and pharynx. Since even infrequent episodes of reflux to the larynx can perpetuate symptoms, it is logical to assume that in these patients, some of their LPR symptoms may be attributable to proximal reflux events [5] .
The challenge in studies such as this one is selecting the appropriate study population, since no "gold standard" exists for the diagnosis of LPR. The authors included only patients with LPR symptoms for > 6 months, an RSI > 13 or an RFS > 7 while not receiving antisecretory medications and at least one pharyngeal reflux episode as measured with dual impedance-pH monitoring. This approach was made under the assumption that the RSI and RFS would reliably identify patients with a high likelihood of having LPR based on objective studies, and is a weakness in the study design [6] . By enriching the study with subjects having high RSI and RFS scores, some of whom probably have LPR and others with an alternate etiology, the authors may have inadvertently weakened their ability to correlate symptoms with objective testing. This approach would be useful if LPR was the only possible etiology for the symptoms, but when multiple potential etiologies exist, the association between objective testing and LPR symptoms likely gets lost in the noise. Ultimately, confirmation that LPR symptoms are related to proximal reflux events will require demonstrating that elimination of all reflux events cures or improves symptoms. Although appealing, this is difficult to achieve in practice since proton pump inhibitors (PPIs) do not correct the pathophysiologic defects that allow reflux to occur, and numerous studies using impedance-pH confirm that while the pH of the refluxed material is changed by antisecretory medications, the number of reflux events is not significantly changed [7] . These weak acid reflux events are likely sufficient to perpetuate LPR symptoms in many patients despite PPI use [8] . Although an antireflux procedure is the only option that can reliably reduce or eliminate reflux events of all types, assessing the impact of the procedure on LPR symptoms is confounded by the slow improvement of chronic laryngeal symptoms combined with the placebo effect that can last for several months after the procedure [9] .
Consequently, determining the etiology of the symptoms and developing a management strategy for patients with suspected LPR remain challenging. Studies such as this one highlight important concepts while also exposing areas where more work is needed. A thoughtful and objectively guided approach to the evaluation of patients suspected to have LPR is the starting point for efforts to improve the quality-of-life in this complex group of patients.
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